(NHEJ) plays only a minor role (Friedl et al., 1998). During HR, sequence information from a homologous DNA molecule is used as a template for restoring genetic information lost at the DSB.
to DSBs before 5Ј-resection exposes single-stranded DNA at the break site. Interestingly, Rad24, Ddc1, and This was confirmed for Mre11, Rfa1, Ddc1, and Ddc2 by showing that they localize to an endonuclease-induced Ddc2 fail to form foci in the absence of Rfa1 implying that they are recruited to sites of DSB repair by RP-A DSB (see below and data not shown). Taken together, the simultaneous presence of multiple checkpoint and ( Figure 2D and gesting that many steps in the processing of spontaneThe hierarchy described above shows that recombious lesions are similar to those for radiation-induced nation proteins are recruited to repair foci via a network damage. In summary, the genetic dissection of checkof interactions with Rfa1 ( Figure 2B ). Therefore, we point and repair foci indicates that the assembly of DNA tested the interdependencies between Rfa1 and a numrepair centers is directed by a cascade of protein-prober of checkpoint proteins during focus formation and found that Mre11 and Tel1 foci form independently of tein interactions triggered by the MRX complex recog- the need for homologous recombination. In contrast, 2004), may reflect differences in the experimental strategies or specific features of the ARS305 locus. when replication forks collapse, e.g., after treating mec1⌬ or rad53⌬ cells with HU, then Mre11 and Rad52
Once recruited to a collapsed fork, recombination proteins likely help to restart DNA synthesis and facilitate are recruited efficiently into foci indicating that collapsed forks expose DNA ends that are recognized and lesion bypass. Ddc1 foci also form in response to HU, suggesting that the Ddc1/Mec3/Rad17 complex is inbound by these proteins (Van Dyck et al., 1999) . Although the HU-induced Rad52 foci observed in mec1⌬ cells volved in stabilizing stalled replication forks. However, in their absence, replication forks do not collapse since may be due to DSBs generated during mitotic exit, it is unlikely since foci form efficiently when mitotic exit is Rad52 foci are not induced (data not shown). We suspect that spontaneous Rad52 foci are due to replication prevented by addition of the microtubule destabilizing drug nocodazole together with HU (Supplemental 
